Introduction
Chronic airway inflammation is a consistent finding in patients with cystic fibrosis (CF). Early bacterial colonization and infection of the airways with persisting pathogens such as Staphylococcus aureus and Pseudomonas aeruginosa are generally thought to provoke the activation of cells of the specific and nonspecific immune system and the migration of blood neutrophils to the lung. The Although excessive cytokine production during severe infection has many deleterious effects that may lead to death, 2 various animal models support the beneficial role of cytokines in natural host resistance to local infection. This suggests that locally produced cytokines ma contribute to eradicating the invading pathogen. Indeed, some cytokines appear to have more local effects within their tissue of origin than systemic effects. [4] [5] [6] In this regard, several human and animal studies have demonstrated significant differences between the inflammatory response in intravascular models of infection and in localized bacterial infection such as meningitis. 4 15 We are currently been extensively described as being able to identifying the FN receptor on repairing airway induce such epithelial damages. These include epithelial cells. We hypothesize that dramatic ciliostastic effects, mucous hyperplasia, 2 and phenotypic alterations of airway epithelial cells epithelial shedding. '4 during lesion and repair widely contribute to Apart from bacterial or viral products, local chronic airway infection with P. aeruginosa in immune response to bacterial or viral infections CF. Moreover, the susceptibility of repairing airway epithelium to P. aeruginosa adherence decreases along the repair process in parallel to asialo GM1 expression, suggesting that immediately after wounding, the onset of repair of the airway epithelium represents a critical phase during which it would be useful to protect the regenerating airway epithelium. 5 The implications of this latter finding is currently unknown.
The importance of the neutrophil elastase gene is indicated in several genetic defects. In animals, the beige mouse is a genetic variant in t. .
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Myeloperoxidase is the second important enzyme in the oxidative metabolism of neutrophils. Myeloperoxidase is stored in azurophil granules and represents 5% of the neutrophil dry weight. In the presence of H202 and chlorine, it catalyses the formation of hypochlorous acid (HOC1). 4 The formation of singlet oxygen, a potent microbicidal agent, has also been described. 5 HOCl can react with endogenous amines (R-NH2) to generate chloramines (RNHCl). 6 Taurine, a beta-amino acid considered as a HOC1 scavenger and very abundant in neutrophils is the most common substrate used to form chloramines. The oxidants such as superox- healthy controls, CF patients' fluids contained greater than 30 ng/ml of this potent neutrophil attractant, even when they were stable and remote from exacerbation. CF patients' BAL fluids contained modest elevations of the regulatory factors IL-1 receptor antagonist and TNF-cz soluble receptor fragments but the ratios of antagonist to cytokine were greatly reduced in the CF patients. IL-10, a regulatory cytokine, which suppresses production of the pro-inflammatory cytokines, was absent or markedly reduced in the CF specimens but present at 3.5 ng/ml in specimens from healthy controlsl All of these differences were more pronounced in CF patients infected with Pseudomonas as compared with patients infected with Haemophilus influenzae and/or Staphyloccocus aureus, but similar changes were present in the latter patients as well. In one case of an infant in which intensive antibiotic treatment was able to eradicate detectable infection, the concentrations of IL-6 and IL-8 fell after treatment but were still markedly elevated as compared with controls. No IL-10 was detectable before or after antibiotic treatment.
To understand this imbalance towards proinflammatory cytokines, we evaluated the possible cellular sources of these cytokines in the CF lung. Fresh macrophages in CF BAL specimens, fixed and stained immediately after they were obtained from the lung, showed positive immunofluorescenc for IL-1, IL-6, IL-8 and TNF-0t and resembled healthy controls' macrophages which had been incubated with lipopolysaccharide in vitro before staining. In contrast, fresh macrophages from the controls which were not incubated in vitro were predominately negative. Interestingly, fresh macrophages from the CF patients stained positively for 
